[Antagonism effect of MK801 on apoptosis of primary-cultured cortical neuron caused by dimethoate].
To explore the antagonism effect of MK801 on apoptosis of primary-cultured cortical neurons caused by dimethoate. Cortical neurons were isolated and cultured in serum free medium for 6 days in vitro, then treated with 100 micromol/L dimethoate for 48h. 50 and 100 micromol/L MK801, a N-methyl-D-aspartic acid receptor (NMDAR) blocker, were used to intervene 100 micromol/L dimethoate group. HPLC-FLD was taken to measure the concentration of excitatory amino acid. RT-PCR was used to detect transcription level of NR2B. Florescence probe DCFH-DA kit was used to detect ROS level. TUNEL staining was used to determine apoptosis. When neurons were treated with 50 and 100 micromol/L MK801 to 100 micromol/L dimethoate group, Apoptosis decreased to 79.6% of 100 micromol/L dimethoate group in higher intervention group (P < 0.01). Concentration of EAA decreased in both intervention groups (P < 0.01). The level of ROS decreased to 88.9% and 74. 8% of 100 micromol/L dimethoate group (P < 0.01), while still higher than that of control group (P < 0.01). Transcription level of NR2B increased to 1.59 and 2.22 folds of 100 micromol/L dimethoate group (P < 0.01) and had big differences with control group (P < 0.01). Excitatory amino acid system and ROS both contribute to the apoptosis of neurons caused by dimethoate. MK801 not only decrease the ROS level but also diminish the elevated excitatory amino acid concentration caused by dimethoate, thus abolish apoptosis of neuron.